Campylobacter jejuni is a recently recognised cause of human acute/subacute diarrhoeal disease.'3 The organism is responsible for 3-11 % of cases of infective diarrhoea reported in Europe, Africa, Australia and North America. 3 ' 4' In Sweden, Campylobacter alone accounted for approximately 11 % of diarrhoeal cases and was even more common than Salmonella.6 Despite considerable documentation of human infections with this organism, the exact mechanism(s) involved in disease production is not known. The presence of bacteraemia in some patients and the frequent finding of dysenteric stools similar to that seen in shigellosis suggest that Campylobacter jejuni may be an invasive organism. The possibility of direct tissue invasion is further supported by the demonstration, by electron microscopy, of the presence of vibrio-like organisms in chicken embryo cells as well as in the caecal wall of neonatal chickens following intragastric inoculation.7 8 However, the significance of these findings has yet to be established, particularly in view of the failure of many investigators to demonstrate invasiveness by the classical Sereny test.9 10 The various clinical features of patients with Campylobacter enteritis raise the possibility of toxin-mediated effects"-for example, tissue damage of the jejunum and colon Accepted for publication 21 June 1983 may be caused by a cytolytic exotoxin like that produced by Clostridium difficile, and the frequent occurrence of profuse watery stools in some diarrhoeal patients may probably be due to the presence of an enterotoxin.
It was thus the aim of this study to Although only a small number of strains were tested in the present study it does appear that cytotoxin-producing capacity was detected in most of the strains tested (eight out of eleven). This is in agreement with a study of cytotoxin produced by Aeromonas hydrophila where 19 of 23 strains tested showed cytopathic effect on tissue culture cells. '8 The exact reasons for cytotoxin non-production in the small number of negative cytopathic effect strains is not clear and it remains to be seen whether cytotoxin production is associated with pathogenesis and a more severe type of disease. It would also be of interest to determine whether strains of Campylobacter isolated from animals and from asymptomatic carriers are toxin producers. Detection of cytotoxic factor(s) from the stool samples of diarrhoeal cases due to Campylobacterjejuni should also be attempted.
The nature and role of this toxin await further purification and characterisation. Resolution of the crude culture filtrate by Sephadex gel chromatography is currently being studied so as to obtain a purer toxin preparation. Purification is important because the toxin may represent a minor component of the mixture of protein in the crude preparation as seen with the exotoxin of Shigella dysenteriae type 1 in contrast with the relative prominence of exotoxin in cultures of Vibrio cholerae, Corynebacterium diphWong, Puthucheary, Pang theriae and Clostridium tetani. The role of this toxin as a virulence factor needs to be investigated further to determine if the cytotoxin is directly involved in pathogenesis or whether it indirectly facilitates invasion and spread of the organism following entry via the alimentary tract.
